Various results have been reported from the study of the bone marrow in patients with rheumatoid arthritis. These include "hypocellularity" (Merlo and Tortori Donati, 1945) , "general granulocytic hyperplasia" (Lucchesi, Lucchesi, and da Silva, 1946) , reticulo-endothelial hyperactivity (Marmont, 1948) , and a slight increase of metamyelocytes and decrease in the formation of buds of megacaryocytes (Jeffrey, 1952) . The last, which also occurs in thrombocytopenic idiopathic purpura, could presumably betaken as ar evidence of a slight degree of hypersplenism in patients with rheumatoid arthritis (Curtis and Pollard, 1940) . This hypothesis seems to be substantiated by the fact that in some cases with leukopenia in the peripheral blood, the bone marrow was hyperplastic, which suggests a possible inhibitor factor. It is interesting to note that some published reports mention good results obtained in patients with rheumatoid arthritis following splenectomy (Bach and Jacobs, 1951) .
In ten non-selected cases of rheumatoid arthritis, Hayhoe and Smith (1951) (Schlesinger and Cathie, 1951 ). An increase in the immature elements was reported from other series as well as the presence of a great number of megacaryocytes. Curtis and Pollard (1940) reported a relative decrease in immature erythroblastic cells in half of sixteen cases in which the peripheral red blood count revealed the presence of anaemia; this finding suggested the hypothesis of a disturbed formation of normoblasts as an explanation for the anaemia of rheumatoid arthritis.
The study of the bone marrow in 21 cases of rheumatoid arthritis by Marmont (1948) showed the presence of megaloblastic forms, hyperactivity of reticulum elements, and transition cells from primitive reticular cells and basophil erythroblasts. A decrease of haemocytoblasts, plasmo-cellular hyperplasia (Marmont, 1948) , and eosinophilia was observed to occur simultaneously with the change found in the peripheral blood count (Volpicelli, 1951 (2, 6, 7, 13, 15, 16, 19; 35 per cent.) . Comparing the bone marrow eosinophilia with that observed in peripheral blood counts (Table II) , we observed similar counts in four cases. In another case the peripheral blood eosinophil count was normal. In the remaining two such a comparison was not possible. Plasma Cells.-The plasma cell counts were above normal in only five cases (1, 7, 11, 14, 18; 25 per cent.) . The increase varied between 3 and 5*3 (Table I ). I  II  II  I  III  III  III  II  III  III included in the group of collagen diseases; the main link between these conditions is the histo-pathological lesion, with all the restrictions inherent in such a broad concept. In one form of collagenosis, lupus erythematosus disseminatus, a special type of cell described as the "L.E." cell (Hargraves, 1949) was initially found in the bone marrow and later in the peripheral blood (Haserick and Sundberg, 1948; Haserick, 1950; Haserick and Bortz, 1949; Morton, 1947; Sundberg and Lick, 1949) . The L.E. cell is an adult neutrophil, with one phagocyte vacuole, which contains an amorphous homogeneous basophil mass, and stains purple by the method of Wright, and deep purple by the method of May-Grunwald-Giemsa. The neutrophil nucleus is compressed in the periphery of the cell and has a half-moon or bi-polar shape with two masses in the opposite extremities. The colouration by thymo-nucleic acid with Feulgen's reactive shows the nuclear origin of the inclusion. It is believed that it is formed by the phagocytosis of free nuclear material or by the autolysis of one or more neutrophil nuclei (Monteiro Marinho and others, 1952) .
Some authors believe that the immunological phenomena represented by the formation of the L.E. cell is correlated to the increase of gamma globulin (Haserick, 1950) (Haserick and Lewis, 1950) . Histo-chemical techniques suggest the possibility that L.E. cells probably originate from the depolymerization of nucleic acid (Gueft, 1950) ; the phagocyted nuclear material would be formed by desoxyribonucleic acid, partially depolymerized, possibly with a glycoprotein or mucoprotein substratum.
It is believed that the L.E. cell is specific for lupus (Haserick and Sundberg, 1948; Morton, 1947) , notwithstanding the fact that it has been described in patients with multiple myeloma and other diseases (Berman, Axelrod, Goodman, and McClaughry, 1950) . The reported analysis of the bone marrow of patients with rheumatoid arthritis, dermatomyositis, scleroderma, or active rheumatic fever showed negative results (Lee, Michael, and Vural, 1951) .
Because of the increase in the gamma-globulin fraction found in our patients with rheumatoid arthritis, and the presence of L.E. cell in other conditions, and because we also observed in two of our patients the "butterfly" cutaneous face lesions so common in patients with lupus erythematosus disseminatus, we decided to investigate the presence of L.E. cells in a group of fifteen patients.
The method employed was that of Hamburger (1950)* with slight modifications:
Withdrawal of 5 ml. venous blood in oxalated recipients, centrifugation, and separation from plasma. After punction the collected bone marrow was placed in contact with plasma and stored at 370 C. The examination was done after 1, 2, and 3 hrs' incubation. 
